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Developing drug-induced resistant tumor models for efficacy evaluation of next-generation anticancer therapies
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drug resistance remains the major barrier to sustained success of targeted cancer
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models provide a promising opportunity to the better understanding of drug resistance cell line, which might contribute to resistance. Capmatinib is a highly selective MET inhibitor to treat non-small cell lung cancer
: : : ’ carrying MET exon 14 skipping mutation. A. Capmatinib-R-Hs 746T model was
mechanisms and to the accelerated development of next-generation anticancer agents.
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Fig 3. In vitro induced T-DM1 resistant HCC1954 and NCI-N87 cell lines explore the resistant mechanisms.
. . . . .. . .. T-DM1 was a HER2-targeted ADC, approved for metastatic HER2+ breast cancer.
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which could be a possible mechanism of resistance. In NCI-N87/T-DM1-R cell line, there was no
significant difference in HER2 expression as well as its binding with T-DM1, suggesting a HER2-
independent resistant mechanism.



